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Impact of silymarin on proliferation and migration function of endothelial progenitor cells”
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Abstract: Objective Through culturing and identifying endothetial progenitor cells(EPCs) in vitro,to study the impact of sily-
marin on EPCs proliferation, migration and apoptosis to proride the important theoretical basis for further optimizing the therapeutic
effect of EPCs in treating ischemic diseases. Methods Peripheral blood was collected from human volunteer. Mononuclear cells
(MNCs) were separated by density centrifugation and were induced to differentiate into EPCs in vitro. After the silymarin interven-
tion with different concentrations(0,25,50,100 pg/mL)(50—100 pg/mL) for 24 h and the proliferation, migration and apoptosis
levels of EPCs were detected. Results Compared with the control group.silymarin on EPCs could significantly enhance the prolifer-

ation and migration ability of EPCs(n=6,P<C0. 05) ,silymarin with the concentration of 25—100 pg/mL could significantly inhibit

the apoptosis of EPCs in a concentration dependent manner(n= 6, P< 0. 05). Conclusion

function EPCs in a concentration dependent manner.

Silymarin can enhance the activily and
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PN RZ 1 T 4 40 B . EPCs TR AY 2 5 B0 J6  19 1l 8 & & . 78 LI
A8 s w] DA A6 PR 2 . Bl S T R R I R S T
FRH] EPCs T L4 5 58 20 e il P90 19 1L 45 A= I L EL7E S0 A i
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KAt Z M EPCs B3 % BXT EPCs B3 2R
M TR R G A H R ANERE . A F0E R 35 S
EPCs, W58 /K & F X EPCs 458 . 3 % F 8 T 09 52 i), Oy i3
— Ak EPCs J5 ¥ e i 1 5 s 42 AL 75 22 0 3R 4K 40 .
1 #MRE5AFE
L1 BRE SN K BB S A, M199 BE R .
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(CD34,CD133 #1 KDR) . #5# BZ 2 2 X107 /mlL (1% 1t BE 41 i &%
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FITC-UEA-1 X 2 M A 5 56 4% 8 )5, 38 o 4k 25 A8 W sl L 4%
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2 X (P<C0.05) . 5xf FRAL L 45, FH R [ v B 11 7K Rl R T
i EPCs 24 h, 0] LLB] Z 304 EPCs (98 T2, I 8 — & i 8ok
B EPCs [ U8 7= 7K 57 Jifi 7K "6 8 22 114 ¥ 13 389 Jonn i 328 Dk » 77 Mk
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100 pg/mL B 35 35 KA .
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